kji ventricular hypertrophy induces remodeling for various ion channels. We mod$ied a model of electrical activity of rat venrricular cell by incorporating available experimental data on the kinetics and conductances of various currents. We simuluted hypertrophy by incorporating experimental data of changes in channel kinetics, cell size and CaZc handling. The simulated action potentials (AP) and calcium transients consistent with experimental data. We developed virtual ventricular strunds to invesrigate the rate dependent propagation in homogenous tissue under normal and hypertrophic conditions. A continuous increase in APD and Corresponding decrease in conduction velocity (CV) with subsequent beats was observed, resulting in irregular conduction block at low values of stimulus intervals (SI), for which the simulated action potential duration (APD) restitution of the cell models has negative slope.
Introduction
Cardiac muscle can respond to long term increase in demand placed upon it or advancement of age by cellular hypertrophy. Hypertrophy is a major cause of cardiac disease.
Hypertrophy induces an increased 
Methods
A computer model of rat left ventricular cell was constructed by modifying an already existing model [2] .
The main modifications included were as following.
For the control or normal ceil model, we incorporated experimental data on the kinetics and conductances of Ltype Ca2+ channel 131, transient outward current [4] , and the Na' current [5] . The calcium handling mechanism was taken from [6] .
To 
Results
We incorporate all the modifications mentioned in the previous section and construct control and hypertrophic Input resistance is increased by 223 9%. We simulated virtual tissue strands with values of SI taken were between 200 ms and 1000 ms. For values of SI more than 500 ms, both models gave stable propagation. At a SI of 500 ms, the hypertrophic model demonstrated a marked increase in APD as a function of successive stimuli. This is shown in Figure 4 . A similar increase in APD as a function o f time is observed for the control model at approximately SI = 230 ms. This increase in APD influences CV, especially dose to the stimulation site. Taking the hypertrophic case with SI = 500 ms, we observe that CV reduces considerably at successive stimuIi. We show this in Figure 5 . As a 
4.

Discussion and conclusions
Single ceIl models of left ventricular tissue for normal and hypertrophic cells were successfully constructed. We further incorporated these into one-dimensional virtual strands and studied the effects of fast pacing. A peculiar property of these models is the existence of a negative slope region in their single cefl restitutions. This results in a monotonic change in APD and CV in the 1D tissue models. Alremans behaviour, as in case of a positive sloped restitution, is not observed.
